Concentrations of cross linked fibrin degradation products were measured in the cerebrospinal fluid from five 'normal' preterm infants (median 102 ng/ml), four preterm infants with intraventricular haemorrhage (median 315 ng/ ml), and five infants with progressive posthaemorrhagic ventricular dilatation (median 1000 ng/ml). Serial samples of cerebrospinal fluid from one infant showed a peak concentration two weeks after the haemorrhage.
Posthaemorrhagic ventricular dilatation (PHVD) occurs after intraventricular haemorrhage (IVH) in preterm infants and is assumed to be caused by small particles of blood clot obstructing the flow of cerebrospinal fluid through the ventricular system, basal cisterns, and arachnoid villi on the surface of the cerebral hemispheres. Little is known about the natural mechanisms by which the body clears clots from the cerebrospinal fluid. Masuda 
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Assays ofcross linkedfibrin degradation products This assay was performed directly on cerebrospinal fluid using the procedure described by Gaffney et al,4 with the following modification. The polyvinyl plates were coated with a catcher monoclonal antibody, mab NIBn-123 (10 pLg/ ml), which has a similar specificity to the monoclonal antibody used in the original assay; a detector (tag) polyclonal antibody to human fibrinogen (Dakopatts), which was labelled with horseradish peroxidase, was also used. Sensitivity of the assay was in the range 3-5000 ng/ ml.
Results
The tions of cross linked fibrin degradation products were considerably higher than in the 'normal' preterm infants. In the five infants who developed PHVD, the concentrations were even higher than in those with haemorrhage alone. The figure shows the serial concentrations in an infant who developed PHVD after IVH, which resolved after repeated lumbar punctures. It can be seen that the concentrations peaked at about two weeks.
Discussion
These preliminary investigations show that preterm infants actively attempt to lyse blood clot in the cerebrospinal fluid. There is some evidence of fibrinolytic activity in 'normal' infants but this is increased in those who have had an intraventricular haemorrhage. Larger haemorrhages that lead on to ventricular dilatation seem to elicit a greater fibrinolytic response.
The peak of fibrinolysis after about two weeks in the infant whose results are shown in the figure confirms the fibrinolytic peak found by 
